Squamous Cell Carcinoma Arising from Hypertrophic Lichen Planus was referred to an oncosurgeon for wide local excision and primary closure. The excised specimen showed moderately differentiated SCC with tumor depth of 0.8 cm. The superior, inferior, medial, and lateral skin, soft tissue, and deep margins were free of tumor.
Lichen planus is not a common premalignant condition; a study showed only 8 SCC developing in 2071 patients of lichen planus followed up for over 9.9 years. [1] LPH and oral lichen planus are two variants which have a higher risk of malignant transformation. Till December 2015, 38 cases of SCC developing in LPH have been reported. [2] SCC arising from LPH is most commonly seen on the lower limbs, similar to this case, but it has also been reported at other sites such as the glans penis. [3, 4] The average age of presentation is 61.4 years in women and 51.3 years in men, [2] however, it can also occur in young patients. [3, 5] Previously, X-ray and arsenic treatment were considered to be risk factors for the development of SCC in LPH, [3] however, another review did not reveal any significant predisposing factors such as personal history of malignancy, use of phototherapy, Sir, A 60-year-old lady presented with multiple violaceous plaques, nodules, and a proliferating growth on the right knee. She had multiple oval and linear, 7 × 4 cm to 8 × 3 cm, hypertrophic verrucous plaques and nodules with a violaceous rim and hypopigmented center. These plaques and nodules were present on bilateral forearms, left palm, left ankle, and right knee [ Figure 1 ] for the last 5 years, and were associated with slight itching. In the last 6 months, the plaque on the right knee showed a gradually progressing circular nodule, 5 × 5 cm, with a moist surface and indurated base and bled on slight touch [ Figure 2 ]. Regional lymphadenopathy was absent. There was no systemic complaint. Biopsy from the hypertrophic violaceous plaque on the knee showed hyperkeratosis, irregular epidermal acanthosis with saw-tooth type rete pegs, and focal basal layer vacuolar degeneration. The superficial dermis and dermoepidermal junction showed lymphohistiocytes in a band-like pattern suggestive of hypertrophic lichen planus (LPH) [ Figure 3 ]. Biopsy from the proliferating nodule did not have any epidermis or dermis. Sections showed sheets of proliferating keratinocytes and tiny squamous pearls with mild pleomorphism of keratinocytes suggestive of well-differentiated squamous cell carcinoma (SCC) [ Figure 4 ]. Routine investigations, chest X-ray, human immunodeficiency virus (HIV), anti-hepatitis C virus (HCV), HBSAg, and abdominal ultrasound study were within normal limits. Magnetic resonance imaging (MRI) showed two lymphnodes of size 1 cm in the right inguinal region which on fine needle aspiration showed reactive lymphadenitis. The patient systemic immunosuppressant, or actinic damage. [2] In our case, no predisposing factor for the development of SCC could be determined. The average lag time from onset of LPH to development of SCC was determined to be 11 years. In our case, the lag time was significantly shorter at 5 years. This has been seen in other reports also that women had a shorter lag time to development of SCC than men. [2] Majority (42.1%) of the SCC developing in LPH are well-differentiated and localized, and include variants such as keratoacanthoma and verrucous carcinoma, however, metastatic SCC has also been reported. [3] The pathogenesis of SCC in LPH is said to be due to chronic antigen stimulation and increased cell turnover. [6] Chronic antigenic stimulation by drugs or viruses, chronic pruritus, and scratching may contribute to the pathogenesis.
Pseudoepithelial hyperplasia, which clinically mimics SCC, is an important differential diagnosis for proliferating growth on LPH. [7] It is important to take a deep biopsy of such growths to include some portion of the dermis. A shave biopsy or superficial biopsy may not be sufficient to differentiate the two. [8] Certain features on biopsy such as benign irregular hyperplasia of the epidermis, moderate dyskeratosis, horn cyst formation, and presence of E-cadherin staining pattern can help to differentiate pseudoepithelomatous hyperplasia from SCC. [8] In conclusion, even though malignant transformation of LPH is rare, one must keep in mind its occurrence. Changes such as rapid growth of pre-existing lesion, ulceration, verrucous changes, bleeding on touch, and not responding to conventional treatment when other existing lesions are responding are some indications for histopathological examination to rule out malignancy.
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Perforating Folliculitis Secondary to Bendamustine-Rituximab Chemotherapy: A Case Report
Sir, A 64-year-old married woman was referred to us with a history of pruritic hyperpigmented lesions over the extensor aspects of her limbs, which started as black papular, umbilicated lesions and eventually gave way over a period of a few days to weeks to give rise to crateriform ulcers with a raised border, present over the lower limbs and upper limbs but sparing the trunk and genitalia [ Figures 1 and 2] . She was diagnosed as a case of non-Hodgkins lymphoma (NHL) stage IV undergoing a phenomenon called transformation where indolent follicular lymphoma cells get transformed into the much aggressive diffuse large B cell lymphoma (DLBCL). The diagnosis was based upon a lymph node biopsy, a bone marrow biopsy, and the involvement of multiple internal organs such as the liver and spleen. She was started on the Bendamustine-Rituximab chemotherapy regimen (Bendamustine was given at a dose of 90 mg/ m 2 as a 30-minute infusion on days 1 and 2, combined with 375 mg/m 2 rituximab on day 1, and was repeated every 4 weeks for a minimum 4 to 6 cycles). She developed the lesions soon after the second cycle of chemotherapy, which she had taken approximately 2 months after the first cycle. The delay in administering the second cycle of chemotherapy was largely owing to noncompliance on the part of the patient. However, in view of regression of disease activity and the lack of any viable and effective alternative options, the chemoimmunotherapy was continued regardless up to the sixth cycle in spite of the gradual increase in the number of lesions and the severity of pruritus associated with it. The progress of the lesions was arrested on completion of therapy, and remained status quo in terms of number and pruritic severity until the time the patient consulted with us a few weeks later. At this time, the patients' disease was adjudged to be in regression. There was no history of pruritus prior to the onset of therapy and no history suggestive of any other dermatoses, paraneoplastic symptoms, tumour metastasis, internal organ involvement, and metabolic disorders, including evidence of kidney injury.
Skin biopsy showed a dilated follicular infundibulum, containing degenerated collagen, fragmented elastic fibres, neutrophils, lymphocytes, and nuclear debris at its centre with surrounding granulation tissue [ Figures 3 and 4] . The rest of the dermis showed a perivascular and interstitial lymphocytic infiltrate. On serial sectioning, the continuity of the debris with a follicular epithelium was demonstrated.
Based on the above mentioned relevant history, clinical findings, and histopathology, a diagnosis of perforating folliculitis secondary to Bendamustine-Rituximab therapy was considered. The patient was treated with topical retinoids and the lesions decreased in number and severity over a period of 6 weeks.
Perforating disorders are characterized by transepithelial elimination of dermal structures which are usually associated with miscelleneous disease states such as chronic renal failure, diabetes mellitus, vitamin A deficiency, human immunodeficiency virus, and chronic dermatoses such as acanthosis nigricans, psoriasis, and
